Vascular endothelial damage is a major component of the physiological derangement seen in scpticacmia. The sulphated glycosaminoglycans (GAGS) are thought to be involved in regulating endothelial permeability, thromboresistance and leucocyte traffic across the blood vessel wall. Modulation of GAG metabolism may therefore be important in causing the capillaw leak and disseminated intravascular thrombosis often seen in bacterial sepsis.
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ENZYMATIC CHANGES I N THE CSF I N CHILDREN WITH NEUROINFEC-T I O N S . I r j a L u t s a r , M i l v i T o p m a n n , S u l e v H a l d r e , T i i n a T a l v i k D e p a r t m e n t o f P e d i a t r i c s , T a r t u University,Tartu,Estonia.
Damage w i t h i n t h e c e n t r a l n e r v o u s s y s t e m ( C N S ) c a u s e s a l e a k a g e o f i n t r a c e l l u l a r e n z y m e s i n t o t h e c e r e b r o s p i n a l f l u i d ( C S F ) .
The CSF c o n s e n t r
a t i o n s o f l a c t i c d e h y d r o g e n a s e (LDH), c r e a t i n e p h o s p h o k i n a s e ( C P K ) , c r e a t i n e k i n a s e BB (CK-BB) a n d a s p a r t a t a m i n o t r a n s f e r a s e (AST) w e r e m e a s u r e d i n c h i l d r e n w i t h v i r a l meningoencephalitis-group(Gr):A, w i t h b a c t e r i a l m e n i n g i t i s ( d i v i d e d p o o r p r o g n o s i s -G r : B a n d g o o d p r o g n o s i s G r : C ) a n d w i t h m e n i n g i s m u s ( G r : D ) o n a d m i s s i o n a n d a f t e r t r e a t m e n t t o e s t a b l i s h w h e t h e r a n y o f t h o s e e n z y m e s w o u l d c o r r e l a t e w i t h t h e o u t c o m e .
The a c t i v i t y o f LDH, CPK a n d AST was d e t e r m i n e d b y ~h o t o c o l o u r i m e t r i c a s s a v f L a b s v s t e r n l a n d CK-BB bv ELISA.
R e s u l t s : D e t e r m i n a t i o n o f e n z y m e s o n a d m i s s i o n . P a t l e n t s CK-BB(ng/ml) C P K ( U / l ) LDH(U/l) A S T ( U / l ) A l n = 1 5 l 3 2 . 8 + 1 5 . 7 * , 6 . 1 t 5 . 2 2 9 . 3 t 2 3 . 2 * 4 . 2 t 2 . 4 * ~p < 0 . 0 0 5 ( w i t c r e s p e c t to p a t i e n t s w i t h o u t m e n T n g i t i s ) c * p < 0 . 0 0 1 ( w i t h r e s p e c t t o g o o d p r o g n o s i s ) D u r i n g t h e t r e a t m e n t t h e a c t i v i t y o f CPK i n c r e a s e d f r o m 4 . 8 t o 6 . 9 i n G r : C a n d d e c r e a s e d f r o m 6 . 1 t o 2 . 5 i n G r : B .
C o n c 1 u s i o n : A s i g n i f i c a n t r i s e o f LDH a n d AST a c t i v i t y , low amount o f CK-BB a n d d e c r e a s e o f CPK a c t i v i t y i n t h e CSF d u r i n g t h e t r e a t m e n t c o r r e l a t e d w i t h p o o r p r o g n o s i s i n c h i l d r e n w i t h CNS i n f e c t i o n s . 
<30wks 8 7 1~1 6 8 28k1.5 9 . 0~1 . 7 0.68f0.2 pk 4 3 . 6~ 13 n = 2 0 (640-1230) (25.5-29) (6.4-10.5) (0. During postnatal maturation, the proximal tubule undergoes rapid growth, lnaially mainly hyperplastic, later hypertrophic. The mechanism behind the reductlon of hyperplastic growth Is unknown. Proliferation was studied In proximal tubule cells (PTC) from infant (I) and addescent (A] rats afler 2 days in primary culture and analyzed by 3H-thymidine autoradiography. The rate of prdiieration was deterrnined a s the percentage labelled nuclei (U).
The cells grew In cdonles with contact inhlbiied central cells and rapMly growing peripheral cells. The growth rate was deterrnined in each layer of cells from periphery (layer I) to center (layers 56). In layer 1 I and A cells prdiferate at the same rate (44+4% vs 41 +4% NS). Moving Into the center prdiferation In A cells fell faster than In I cells. Compared to layer 1, prdiferation In layers 5 6 was Inhibited by 8724% in A cells whereas in I cells by 59+5% (p<0.05).
To investigate possiMe mechanisms explaining the low degree of contact inhibition in I cells, we tested their sensitivay to growth factors. Removing serum from the culture medium lead to a more marked inhibition of I than A central cella (8425% vs 5425% p<0.05). TGFDI (0.1 pM), a well characterized inhibiior of epithelial growth, inhibiied I central cells by 66?7% whereas no significant effect was seen in A cells.
Conclusion: An increasing contact lnhibiion in rat PTC may explain the postnatal reduction in hyperplastic growth. A reduced sensaivity to growth stimulatory factors rather than an increased sensai~ity to growth lnhibtlors is suggested. The adaptation of newborn mammals to extrauterine life is conditioned by increased expression of enzymes that are of importance for specialized tissue function. In the rat, maturation is accelerated around birth in the lung and around weaning in the kidney. The Na+,K+-ATPase enzyme is responsible for the active transport of ions across the membrane of each cell at the expense of 30% of total body 0, consumption. We have reported that in the infant rat renal cortex, glucoconicoids (GC) rapidly increases the abundance of the Na+,K+-ATPase mRNA, suggesting a direct transcriptional regulation. We have now compared the effect of a single injection of betamethasone, a synthetic highly specific GC, on the abundance of mRNA for the catalytic a and the regulatory P subunits in lung and kidney from fetal, infant and young rats. In the kidney the most prominent effects on the a mRNA was found at 10 days of age (5.3S.9 fold). A significant increase was also found in 20-day-old rats (1.6+0.2 fold), but no effect was found in fetal and 5-day-old rats. In the lung the most prominent effect was found around birth, but no effect on a mRNA was found at I 0 and 20 days.
CORREIATION
In the kidney there was a coordinate increase in a and P mRNA subunits, while in the lung, the P subunit was stimulated alone, in 1 0 and 20-day-old rats.
Conclusion. GC induction of Nat,K+-ATPase genes is age-and tissue dependent. The GC sensitive period coincides with the physiological need for organ maturation.
